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Abstract: Q Fever is a zoonosis caused by Coxiella burnetii. Ocular manifestations are rare in 
this infection. We describe the case of a man complaining of an intense retro-orbital headache, 
fever, arthralgia, and bilateral loss of vision, who showed an anterior uveitis accompanied 
by exudative bilateral inferior retinal detachment and optic disk edema. At the beginning, a 
Vogt–Koyanagi–Harada (VKH) syndrome was suspected, but the patient was diagnosed with Q 
fever and treatment with doxycycline was initiated, with complete resolution after 2 weeks. We 
wondered if Q fever could unleash VKH syndrome or simulate a VKH syndrome by a similar 
immunological process.
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Introduction
Q fever is a zoonosis caused by infection with Coxiella burnetii (Rickettsia burnetti), a 
strictly intracellular organism. Unlike other rickettsiae, which are transmitted to humans 
by the bite of contaminated arthropods,1 C. burnetii is generally transmitted through 
inhalation of infected aerosols. Clinical polymorphism, ranging from nonspecific to 
severe syndromes, is characteristic of Q fever, although its clinical features are often 
vague and self-limiting. C. burnetii infections can be either acute or chronic. Because 
of the range of manifestations occurring in acute cases, diagnosis is very difficult. 
Chronic Q fever almost always involves endocarditis, but hepatitis, osteomyelitis, and 
endovascular infection have also been described. Early diagnosis is important because 
the prognosis may depend on when the correct treatment is initiated.1,2
A great number of ocular alterations occur in the course of other rickettsiae but 
not C. burnetti, with the most important related to R. conorii infection, ie, keratitis, 
panuveitis, or serous retinal detachment.3–5 Only a few cases of ocular manifestations 
caused by C. burnetii appear in the literature, with optic nerve involvement being 
most common.6,7
Case report
A 33-year-old man complained of intense retro-orbital headache, fever, arthralgia, and 
bilateral loss of vision of 15 days’ duration. Visual acuity in both eyes was counting 
fingers. The first sign we encountered in the examination was a horizontal nystagmus. 
Anterior segment biomicroscopy showed a nongranulomatous uveitis, and dilated 
funduscopic examination revealed an exudative bilateral inferior retinal detachment 
and optic disk edema (Figures 1 and 2). Further analyses included a brain scan, lumbar 
puncture, and complete laboratory and serologic tests.Clinical Ophthalmology 2011:5 submit your manuscript | www.dovepress.com
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Vogt–Koyanagi–Harada (VKH) syndrome was suspected, 
so corticosteroid treatment was initiated. Ten days later, the 
patient had not improved. Ocular and neurological manifesta-
tions were the same as at initial presentation. The situation 
worsened when the patient presented in acute renal failure 
with high creatinine and urea, and proteinuria and hematuria. 
All results were negative except for unexpected positive IgM 
(1/64) and IgG (1/264) titers for C. burnetti (phase II antigen), 
leukocytosis (17.3 × 109/L), and deranged liver enzymes. 
Indirect immunofluorescent antibody tests were repeated and 
confirmed the diagnosis (IgG reached titers of 1/1024).
At this point, we changed our treatment strategy and the 
patient was treated with doxycycline 100 mg every 12 hours 
for 3 weeks. Two weeks later, visual acuity was 20/20, the 
retinal detachment had resolved in both eyes (Figure 3), 
neurological symptoms had disappeared, and renal failure 
resolved successfully.
Discussion
VKH syndrome consists of ocular inflammation that involves 
extraocular organs, so it may be associated with neurological, 
auditory, and cutaneous manifestations. Different studies 
indicate that VKH disease is a probable response to an aber-
rant cell-mediated autoimmune reaction against   melanocytes.8 
This syndrome has been reported to occur in association with 
other autoimmune disorders and viral infection by way of a 
trigger for VKH or concomitant procedures.
In our case, VKH could only explain some of the manifesta-
tions, such as ocular signs or hair loss, but not the renal failure 
and hepatitis. On the other hand, ocular alterations have rarely 
been described in Q fever, with optic neuritis and abducens 
paralysis being the most common pathology in the literature. 
However, there are no reports of exudative retinal detach-
ment. Our patient had confirmed Q fever with neurological, 
hepatic, and renal manifestations. Renal involvement in acute 
C.   burnetii is rare.9 Our investigations excluded other infective 
and noninfective causes of acute renal failure, and the patient’s 
condition resolved with appropriate antimicrobial therapy.
Figure 1 Details of anterior uveitis in our patient.
Figure 2 exudative inferior retinal detachment and disk edema in the right eye, 
same as in the left eye.
Figure 3 Appearance of the retina 3 weeks after treatment was commenced. Both 
the retinal detachment and disk edema have resolved.Clinical Ophthalmology
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The mechanism by which C. burnetii infection may cause 
symptoms is not well understood. There have been numerous 
reports of granulomatous changes in liver and bone marrow 
samples obtained from infected patients.10 Large amounts 
of activated T lymphocytes have been found in bronchial 
lavage from patients with necrotizing bronchitis associated 
with chronic Q fever,11 and circulating immune complexes 
have been detected in acute Q fever.12 Clinical, histological, 
and immunological findings suggest that Q fever may induce 
remarkable changes in the immune system comparable with 
autoimmunoreactive disease.
In conclusion, we wonder whether Q fever could unleash 
VKH syndrome or simulate a VKH syndrome via a similar 
immunological process, and we recommend thinking about 
C. burnetii when a patient presents with severe ocular 
symptoms. Prompt diagnosis is important to avoid ocular 
sequelae.
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